was extensively autolysed precluding comment on its type.
Discussion
Oesophago-atrial fistulae may present, as in this case, with a massive haematemesis or with neurological features resulting from food emboli which are thought to enter the left atrium during regurgitation". In the absence of cardiac failure, pressure within the oesophagus may not be very different from that within left atrium and small haematemeses may precede the fatal one. A haematemesis in combination with evidence of cerebral emboli might suggest the diagnosis but, being so rare, the condition is unlikely ever to be considered. A long history of oesophagitis is usual and some consider repeated insults to be a prerequisite for fistula formation as this will cause the oesophagus to adhere to the pericardium and left atrium". In our patient there was no history of oesophagitis.
Sumithran et al. 3 Primary carcinoma of the cystic duct is rare. To diagnose a case, the strict criteria put forward by Farrar should be fulfilled: (a) the growth must be restricted to the cystic duct; (b) there must be no neoplastic process in the gall bladder, hepatic or common bile ducts (CBDl; (c) a histological examination of the growth must confirm the presence of carcinoma cells'.
Using these criteria 23 cases have been reported in the literature"•. We report another case with some unique features.
Case report
A 55-year-old woman presented with 3 week history of right hypochondrial pain, jaundice, itching and anorexia. Examination revealed a tender gallbladder mass, her haemoglobin and WBC were normal. Serum bilirubin was 1381£molll (normal range 3-20) and alkaline phosphatase 1035 Ull (normal range 30-85).
Abdominal ultrasound showed distended gallbladder with no calculi, a 2.5 x 1.5 cm mass in the cystic duct involving and obstructing the common hepatic duct (CHDl, dilated intrahepatics and normal liver ( Figure 1 ). Percutaneous transhepatic cholangiography (PrC) showed dilated intrahepatic biliary tree down to the confluence of both hepatic ducts and a curvilinear compression along the lateral aspect of the CHD, a picture similar to Mirizzi syndrome (Figure 2 ).
At laparotomy, the gallbladder was distended and a 2x2.5 em tumour was found at the region of the confluence of cystic and CHD with gross dilatation of both hepatic ducts.
suggested that this may have resulted from Slow Kbeing obstructed in its passage down the oesophagus by an enlarged left atrium. The only predisposing factor for oesophageal ulceration in our patient was that she had received tetracycline on the day before admission" and we wonder whether a similar mechanism might have occurred. The gallbladder, cystic duct, tumour, part of the CHD and the supraduodenal portion of CBD were excised en masse. Continuity was restored by hepatico-jejunostomy.
Histopathology revealed a poorly differentiated adenocarcinoma of the cystic duct. She had an uneventful recovery and was discharged on the 14th postoperative day. Nine months later, she remained well with normal liver function. Repeat ultrasound showed no evidence of recurrence or metastasis.
Discussion
Primary carcinoma of the extrahepatic biliary tree is rare, an incidence of 0.14% was found in 46593 autopsies'', The commonest site for these tumours was the CBD (40.1%).
Primary cystic duct carcinoma, on the other hand is extremely rare especially ifthe strict criteria of Farrar are implemented. It amounts to 2.6-12.6% of all extrahepatic bile duct malignancies". Its clinical presentation is nonspecific and does not differ much from that of the more common calcular biliary disease. Twenty-three cases have been reported in the literature so far, 81% presented with right upper quadrant abdominal pain, 41% with abdominal mass and very rarely (four cases) with obstructive jaundice'[", In none of these cases was a preoperative diagnosis made. The tumour was either discovered at laparotomy or on histopathological examination of the specimen",
The case presented here is the 24th in the literature, it has some unique features: (l) it is the first case in the literature to be diagnosed preoperatively.
(2) it presented as a case of obstructive jaundice, which is a rare presentation of this disease.
(3) the obstructive jaundice and the PTe findings mimicked Mirizzi syndrome. Only one case of primary cystic duct carcinoma presented in this way".
Once a cystic duct malignancy is suspected pre-or peroperatively, the operative procedure of choice is radical en masse excision of the CBD, cystic duct, part or all of the CHD (until an end free of tumour is found by frozen section) and the gallbladder together with all fat, periductal tissues and lymph nodes. Continuity is attained by biliary-enteric anastomosis 7 • Journal of the Royal Society of Medicine Volume 83 November 1990 747
The prognosis of primary cystic duct carcinoma is considered to be fairly good". The average survival was reported to be 20.2 months while that of gallbladder carcinoma was only 5.8 months" and of other extrahepatic biliary ducts 3.2-11.4 months't'". This is probably due to early presentation, as obstruction of the cystic duct gives rise to early signs and symptoms of gallbladder disease.
Although endoscopic retrograde cholangiopancreatogram and/or percutaneous transhepatic cholangiogram are essential investigations in cases of obstructive jaundice, simple non-invasive ultrasonography by an experienced radiologist may accurately diagnose the case and probably eliminates the need for these invasive and more expensive techniques.
Introduction
Pleural effusion of abdominal origin occurs in 5% of cirrhotic patients', but the rare cases 2 -5 reported in patients without ascites have led to pathogenic and diagnostic confusion.
This report proves that hepatic hydrothorax exceptionally complicates the evolution of cirrhotic patients without ascites and deals with the pathogenic mechanisms involved in this entity.
Case report
A 48-year-Qld man was admitted at the hospital in September 1987 because of dyspnoea which began 2 days earlier.
A laparoscopic hepatic biopsy performed in 1982 had disclosed alcoholic cirrhosis. On examination the patient was tachypnoeic and moderately icteric. The heart was normal. Dullness and abolished breath sounds were found over the lower two-thirds of the right hemithorax. There was hepatosplenomegaly, but no evidence of ascites was found.
The haematocrit was 31%, the platelet count was 48 000 and the white cell count was 2900. Prothrombin time was 35% of control value. Total bilirubin was 92 /-Imolll (0-17 /-Imolll), alkaline phosphatase 147 Ull (30-115 U/l) and serum albumin 29 gil. Hepatitis B virus serology and alphafetoprotein were negative. An X-ray film of the chest showed a pleural effusion which occupied two-thirds of the right hemithorax. A thoracocentesis yielded 300 em" of clear yellow fluid which contained 19 gil of total protein and 41 Ull of amylase. Cultures and cytology were negative. A post-tap chest X-ray was normal. An ultrasonographic examination revealed no evidence of ascites. An intraperitoneal injection of 10 mCi of 99Tc-colloid was followed by a positive uptake of radioactivity on the right pleural cavity from the first hour after injection (Figure 1 ).
Fifteen days later the patient again presented pleural effusion which resolved after 2 weeks' treatment with diuretics. A third effusion resolved spontaneously. In October 1987 the patient developed ascites and 100 mg of spironolactone was prescribed. One week later he was re-admitted with a pleural effusion which obliterated the entire right hemithorax. A chemopleurodesis with talc was
